An abnormal response to suxamethonium is reported. Masseter spasm followed intravenous administration of the drug, and was associated with an elevated serum creatine phosphokinase at rest. The implications of the reaction are discussed.
Subsequent investigation.
Blood was withdrawn at the termination of the anaesthetic, the serum potassium value was 4 m.equiv/1. and creatine phosphokinase 165 mu/ml (CPK was measured using the UV system. CPK supplied by Boehringer, Mannheim; normal values up to 50 mu/ml). On the following day the patient complained of severe muscle pain in the loins, abdomen and legs. Urine was found on ward testing to be hazy and contained blood. The CPK was greater than 250 mu/ml and remained above this level for the following 5 days.
On closer questioning it appeared that the patient had had several previous general anaesthetics. The only abnormality noted by the p*T^nt occurred iftcx dilatation end curettage in 1970; this was followed by severe muscle pain which lasted for 4 days. The anaesthetic on that occasion had been premedication with pethidtne 50 mg, atropine 0.6 mg, thiopentone 500 mg, nitrous oxide, oxygen and halothane. One member of her family had died under general anaesthesia during operation for correction of strabismus in 1955. The coroner's report on this death has been destroyed. The child's father recalled that death was attributed to inhalation of vomit but that there was no evidence of inhalation during the anaesthetic.
The patient was discharged from hospital and readmitted 3 months later. The CPK was determined after overnight rest and under fasting conditions, and was found to be 63 mu/ml. In view of the abnormal response to suxamethonium, coupled with a high resting CPK, the operation was performed under epidural anaesdiesia and intravenous diazepam.
The patient was subsequendy subjected to electromyographic examination of the biceps and quadriceps muscles. The results were entirely normal.
DISCUSSION
It is well known that patients suffering from myotomia congenita, myotonia dystrophica or other rare muscle diseases can react to suxamethonium with an increase in muscle tone instead of relaxation (Paterson, 1962; Thiel, 1967; Lody, 1968) . In these cases, muscle spasticity develops most often in the jaw muscles and this is not followed by the usual relaxation but persists.
A case in which suxamethonium 100 mg failed to produce muscular relaxation was described by Jensen and associates (1968) . In this case a total of 250 mg of suxamethonium was administered to facilitate endotracheal intubation. The anaesthetic was followed by myoglobinuria and elevated levels of creatine kinase. Other cases of myoglobinuria following anaesthesia including suxamethonium have been described (Bennike and Jarnum, 1964; Airaksinen and Tammisto, 1966) . In the case reported the urine was hazy and macroscopicaHy contained blood on the day after administration of suxamethonium. Unfortunately a sample of urine sent for detection of myoglobin was lost. It is possible that had The syndrome of malignant hyperpyrexia occurring during or after general anaesthesia has been reported with increasing frequency over the past 10 years. The aetiology of the condition is not known. It has been suggested that excessive heat production occurs in abnormal muscles as a result of exposure to the effect of anaesthetic agents (Leading Article, 1970) .
A subdinical myopathy evidenced by elevated resting levels of creatine phosphokinase has been shown to be present in the families of patients who have developed hyperpyrexia Denborough et al., 1970) . Abnormal tone of the jaw muscles is a feature of the response to suxamethonium in reported cases (Davies et al., 1969; Barlow and Isaacs, 1970) . Barlow and Isaacs stress the importance of this sign because if anaesthesia is continued with a halogenated hydrocarbon severe muscle damage may be provoked.
The abnormal response to suxamethonium in the case reported was not due to gross myopathy. It is possible that the patient under discussion may be susceptible to the development of malignant hyperpyrexia. The detection of an elevated serum CPK measured under controlled conditions has been suggested as an aid to the recognition of people in the general population who may develop fin's syndrome. The value of this test has recently been questioned (Ellis et al., 1972) . Despite the elevated resting CPK no evidence of myopathy was detected in this patient on electromyography.
The limited investigation of this case, due to the author's posting abroad, only allows speculation on the cause of the reaction described. It is felt that further investigation is warranted. CPK estimation and electromyography should be repeated in the future with the addition of motor point muscle biopsy. The patient's relatives should have CPK estimations before general anaesthesia. In cases where a normal dose of suxamethonium fails to produce muscular relaxation, further doses should be administered with caution.
